If we can agree that the M-pathway does have a role in reading, then we could focus on questions of causation:
(1) what information about text does the Mpathway provide; and (2) are some developmental dyslexics trying to learn to read with this information missing or distorted in some way? Too many studies look at dyslexic M-pathway function without any consideration for how the tasks and stimuli used relate to the process of text perception.
Some studies do not find a significant number of dyslexics with M-deficits (e.g., Amitay, Ben-Yehudah, Banai, & Ahissar, 2002 ; but see also Chase & Stein, 2003; Ramus et al., 2003) . Certainly, dyslexics without M-deficits have other conditions, such as phonological weaknesses (Snowling, 2000) , that impair reading development. However, many other dyslexic studies have found M-deficits (Demb, Boynton, Best, & Heeger, 1998; Eden et al., 1996; Talcott et al., 2002) , including some that show strong correlations with reading performance (Chase, Dougherty, Ray, Fowler, & Stein, submitted for publication; Sperling, Lu, Manis, & Seidenberg, 2003; Talcott et al., 2000) . Several M-deficit models of these findings have been proposed (Chase, 1996; Cornelissen et al., 1998; Stein & Walsh, 1997; Stein, 2003) , hypothesizing a role for the M-pathway in the perception of global letter patterns, letter location, and general visual temporal processing. These ideas need to be explored further, particularly with respect to dyslexic perceptual performance and how such skills may affect reading development (e.g., Habib, 2003) .
Conflicting results often occur in studies of developmental neuropathology because of the variety of neurological malformations that are produced during neurogenesis (Courchesne, Townsend, & Chase, 1995) . Dyslexia is caused by factors that disrupt neural migration in fetal development (Galaburda, 1994) . These migration errors produce multiple cortical and subcortical abnormalities that are unique to each dyslexic individual (Galaburda, Sherman, Rosen, Aboitiz, & Geschwind, 1985) , can disrupt development in many different locations, and affect the different cognitive and perceptual functions necessary for reading in diverse ways. Some dyslexics have subcortical abnormalities that affect M-pathway functions (Livingstone, Rosen, Drislane, & Galaburda, 1991) . From a neuropsychological perspective, development dyslexia has multiple causes. One may be a M-deficit subtype.
